Tall upright T waves, with a maximal TIQRS ratio (in lead V4) of I '32, appeared in a 52-yearold patient after a cerebral haemorrhage which was confirmed at necropsy. Hyperkalaemia during life and endocardial or myocardial damage were not found. 
Electrocardiographic abnormalities often appear in cerebrovascular accidents and other central nervous system lesions (Byer, Ashman, and Toth, 1947;  Burch, Meyers, and Abildskov, I954; Shuster, I960; Koskelo, Punsar, and Sipila, I964; Kreus, Kemila, and Takala, I969). The changes most commonly seen are large inverted T waves, which simulate myocardial ischaemia, and prolonged QT intervals. Rarely, development of large or tall peaked upright T waves has been described (Byer et al., 1947; Burch et al., I954; Kreus et al., I969) , but the amplitude of the T waves illustrated did not exceed I-2 mV or 6o per cent of the voltage of the QRS, which is considered the upper range of normal (Braun, Surawicz, and Bellet, I955 (Fig., upper row) and not significantly different from that of his previous admission. The tracing obtained soon after the onset of the neurological disorder (Fig, middle  row) showed giant peaked T waves. The largest amplitude was 2*6 mV in lead V4 with a ratio of T/QRS of I132. Serum potassium at that time was 5-0 mEq/l. The T waves were almost as tall two hours later when the serum potassium had dropped to 3-5 mEq/l. (Fig., lower row) . In both tracings the U waves were superimposed on the downslope of the T and the QU interval was prolonged.
At necropsy there were multiple diffuse small bilateral cerebral and subarachnoid haemorrhages, as seen in patients with bleeding diathesis. There was haemorrhagic enteritis but the mucosa of the stomach was intact. Significant coronary atherosclerosis was present involving all three major vessels without recent or old occlusion. The myocardium was free of hypertrophy, fibrosis, old or recent myocardial infarction, and there were no subendocardial haemorrhages or cellular infiltration. The liver showed moderate cirrhotic changes.
The necropsy findings adequately explain the fatal neurological episode but the nature of the preceding events is, even retrospectively, not clear. The initial respiratory alkalosis and the subsequent development of metabolic acidosis would be consistent with salicylate intoxication. However, the family denied excessive intake, and the level of 44 mg./Ioo ml. 24 hours after admission, unless a laboratory error, suggests very high initial levels inconsistent with the originally unimpaired consciousness and with the absence of gastric lesions at necropsy. If the salicylate aetiology of the initial events is accepted the intracranial haemorrhage may be explained as due to haemorrhagic diathesis secondary to acetylsalicylate intoxication. Acetylsalicylates are known to affect coagulability by a possible effect on the vessel wall and by interference with the second wave of platelet aggregation (O'Brien, I968), the prolongation of the prothrombin time serving as a contributory factor. Discussion Tall upright symmetrical peaked T waves may be seen in several abnormal situations besides hyperkalaemia, and the diagnosis of the underlying condition from the morphology of the abnormal T waves is difficult or impossible (Braun et al., I955 ). Salicylate overdosage has no known effect on the electrocardiogram except for abnormalities produced by associated changes in serum potassium (Woodbury, I965) . In adults hypokalaemia usually occurs (Robin, Davis, and 
